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Figure 1. A horse’s ear with whitish, scaly and elevated lesion characteristic
of aural plaque.
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Reasons for performing study: Equine grass sickness (EGS) is of
unknown aetiology. Despite some evidence suggesting that it
represents a toxico-infection with Clostridium botulinum types C
and/or D, the effect of EGS on the functional targets of botulinum
neurotoxins (BoNTs), namely the soluble N-ethylmaleimide-
sensitive factor attachment receptor (SNARE) proteins, is
unknown. Further, while it is commonly stated that, unlike EGS,
equine botulism is not associated with autonomic and enteric
neurodegeneration, this has not been deﬁnitively assessed.
Objectives: To determine (a) the effect of EGS on the expression
of SNARE proteins within cranial cervical ganglion [CCG] and
enteric neuronal perikarya, and (b) whether botulism
causes autonomic and enteric neurodegeneration. Methods:
Immunohistochemistry was used to compare the expression of
synaptosomal-associated protein-25 (SNAP-25), synaptobrevin
(Syb) and syntaxin (Syn) within CCG neurons, and of Syb in
enteric neurons, from horses with EGS, horses with botulism
and control horses. The concentrations of these SNARE proteins
in extracts of CCG from EGS and control horses were compared
using quantitative ﬂuorescent western blotting (QFWB). Light
microscopy was used to compare the morphology of neurons in
haematoxylin-eosin stained sections of CCG and ileum
from 6 EGS horses, 5 botulism horses and 6 control horses.
Results: EGS, but not botulism, was associated with autonomic
and enteric neurodegeneration and with increased
immunoreactivity for SNARE proteins within neuronal
perikarya. QFWB conﬁrmed increased concentrations of SNAP-
25, Syb and Syn within CCG extracts from EGS versus control
horses, with the increases in the latter two proteins being
statistically signiﬁcant. Conclusions and potential relevance: The
occurrence of autonomic and enteric neurodegeneration, and
increased expression of SNARE proteins within neuronal
perikarya, in EGS but not botulism, suggests that EGS may not
be caused by BoNTs. Further investigation of the aetiology of
EGS is therefore warranted.
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Aural plaque is a dermatopathy caused by Equus caballus papil-
lomavirus. Clinically is characterized by epidermis elevation,
grayish to whitish colored and with a scaly pattern, may be pre-
sent uni or bilaterally. Some animals may have sensibility in the
ear and mild to severe itch. This illness causes losses to the owner
as well as to the horse, such as ﬁnancial due to treatments and
esthetical. It is known that there is no effective treatment to aural
plaque, so far. Our teaching hospital is localized in Alto do Sapucaí
region, in the south of Minas Gerais State. In order to clarify the
real situation about aural plaque in horses of Alto do Sapucaíregion, the study was carried out aiming a clinical survey of
horses admitted in Centro Universitario de Itajuba’s Teaching
Hospital. All the animals were admitted for other reasons than
aural plaque. The study was performed during 2014 July and 2015
September. Sixty horses were admitted during the study period.
Seven (11.66%) had skin lesions clinically characteristic of aural
plaque in both ears. Four of them (4/7 e 57.14%) were diagnosed
with some level of sensibility and/or itch. Two horses had pre-
vious home treatment with no results. One horse was treated
with imiquimod 5% cream after the aural plaque diagnostic with
complete disappear of lesions after 8 weeks treatment. This study
allowed concluding that aural plaque and the virus are in Alto do
Sapucaí region, been necessary more studies to establish a ther-
apeutic protocol and avoid dissemination of the disease all over
the region.
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Equine infectious anaemia (EIA) is a viral disease caused by
Equine Infectious Anaemia virus (EIAV) belonging to the Ret-
roviridae family, genus Lentivirus, which also includes Human
Immunodeﬁciency Virus (HIV), Bovine and Feline Immunode-
ﬁciency Viruses (BIV and FIV) and the visna-maedi virus. The
clinical signs associated with the infection appear after an in-
cubation period of one to three weeks. They are mainly char-
acterized by fever, anaemia, oedema and different signs of
listlessness. Once the horse is infected, several clinical forms
may succeed each other. In the acute form, the horse shows
serious clinical symptoms that can lead to death; the chronic
form is characterised by a recurrence of clinical phases (such as
fever, anaemia and listlessness); and there is also an asymp-
tomatic form. Infected Equidae never eliminate the virus and
remain contagious for other Equidae even when there are no
clinical signs. The bloodborne virus is transmitted from one
animal to another mainly by biting insects or iatrogenically
through contaminated needles or dentistry equipment (1).
Bloodsucking insects e primarily horse ﬂies and stable ﬂies e
are mechanical vectors. Although the virus does not replicate
